Abstract
Introduction

Light chain deposition disease (LCDD) is a systemic disease caused by the overproduction and extracellular deposition of a monoclonal immunoglobulin light chain (1). LCDD has been described in patients with lymphoplasmacytic disorders such as lymphoma, multiple myeloma and Waldenström's macroglobulinemia (2). LCDD preferentially involves cardiac, neural, hepatic or renal tissues and is associated with a variety of clinical manifestations (3). Patients with renal involvement typically have proteinuria with the nephrotic syndrome evident in 30-50% of cases (4).
Monoclonal gammopathy of undetermined significance (MGUS) is a pre-malignant disorder characterized by a clonal plasma cell proliferation in the bone marrow producing a monoclonal paraprotein without end-organ damage. The incidence of MGUS increases with age and is found in approximately 1-5% of the population over 65 years of age (5) . Clinical renal disease is uncommon in patients with MGUS. Some patients have mild proteinuria or microscopic hematuria and only 1% to 2% of patients exhibit mild renal insufficiency due to amyloidosis (6) , cryoglobulinemia (7) or monoclonal immunoglobulin deposition disease (8) 
( a ) . T h e t u b u l o i n t e r s t i t i u m e x h i b i t e d l y mp h o c y t e i n f i l t r a t i o n , f i b r o s i s a n d t u b u l a r a t r o p h y ( b ) .
abdomen was non-distended and soft with no hepatosplenomegaly. Severe pretibial edema was noted but no skin lesions were evident. Laboratory investigations demonstrated nephrotic syndrome with marked proteinuria (7.87 
.8% of the total cells). MGUS is characterized by a serum monoclonal protein level of less than 3 g/dL, a proportion of plasma cells in the bone marrow that is less than 10% (9). From this definition and these findings, a diagnosis of MGUS was made.
She underwent a renal biopsy and the specimen revealed twenty-one glomeruli. All glomeruli revealed mesangial cell proliferation and an increase in mesangial matrix that contained lobular and nodular lesions (Fig. 1a) . The basement membranes were thickened. The tubulointerstitium exhibited lymphocyte infiltration, fibrosis and tubular atrophy (Fig. 1b) . Immunofluorescence studies were negative for IgG, IgA, and IgM but positive for C3 (Fig. 2a) and C1q (Fig. 2b) . Strong deposition of kappa light chains was evident in the capillary wall and nodular lesions (Fig. 2c) s a n g i a l , n o d u l a r a r e a a n d  c a p i l l a r y wa l l s t a i n e d p o s i t i v e l y f o r C3 ( a ) , C1 q ( b ) , a n d k a p p a ( c ) l i g h t c h a i n s . (11) . Although MP might be effective for our patient as her creatinine was 1.9 mg/dL, we abandoned the continuation of MP because her renal function worsened after one course of MP.
Discussion
Glomerular deposition disease (GDD) in the kidney is often combined with serum paraproteins and hematopoietic disorders in the bone marrow (10). GDD can be divided into three categories in which the deposit is comprised of either fibrillary structures, fine granular structures or crystal structures. The group with a fine granular structure includes nonamyloid monoclonal immunoglobulin deposition diseases such as LCDD, light and heavy chain deposition disease, and heavy chain deposition disease. In 1976, Randall et al were the first to report two patients with terminal renal failure with manifestations of disease developing in multiple organ systems (1). The retention and tissue deposition of light chains produced the organ dysfunction in LCDD. The clinical picture is dominated by renal involvement in essentially all patients, but deposits in the heart, liver and diverse extrarenal sites indicate the systemic nature of LCDD. Pozzi et al reported that the independent risk factor for worse patient survival were age and extrarenal light chain deposition (3). At the presentation of disease, no extra-renal dysfunction was evident in the present case.
F i g u r e 2 . I mmu n o f l u o r e s c e n c e mi c r o s c o p y d e mo n s t r a t i n g t h a t t h e me
F i g u r e 3 . E l e c t r o n mi c r o s c o p y d e mo n s t r a t i n g f i n e g r a n u l a r c o n t i n u o u s e l e c t r o n d e n s e d e p o s i t s i n t h e t h i c k e n e d b a s e me n t me mb r a n e . Or i g i n a l ma g n i f i c a t i o n × 6 , 0 0 0 .
LCDD is caused by the plasma cell dyscrasias with para-
